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The cognitive model is basically a learning theory model that suggests adverse events that 
occur early in life can lead to the development of depressive schemas. These depressive schemas 
are characterized by negative self-referential beliefs. Further, when a new stressor appears, it can 
activate the prior negative schemas. These negative schemas involve three aspects: the self, the 
personal world, and the future. This is referred to as the negative cognitive triad. In terms of 
the self, the individual with depression will attribute unpleasant experiences encountered in the 
world to his or her own mental, physical, and moral defects. The second component involves the 
person’s tendency to tailor the facts to fit the negative schema. The third component involves the 
person seeing the future as only containing hardship and failure.

Over the 40 years since the original cognitive model of depression was developed, brain 
imaging techniques have progressed greatly. Researchers now suggest that the underlying neu-
ral mechanisms for the cognitive model of depression can be described (A. Beck & Bredemeier, 
2016; Disner, Beevers, Haigh, & Beck, 2011). The neural model begins with the observation that 
attention in healthy individuals involves a number of brain areas, including the prefrontal cortex 
(PFC). The ability to switch attention involves a top-down process that includes three different 
processes. The first involves choosing what to pay attention to (the ventrolateral prefrontal cor-
tex [VLPFC]). The second is executive control (the dorsolateral prefrontal cortex [DLPFC]). The 
third involves moving the eyes (the superior parietal cortex).

Attention requires effort when focusing on information that does not normally attract you. 
When normal individuals are asked not to focus on positive information, the anterior cingulate 
cortex (ACC) shows activity, whereas ACC activity is seen in individuals with depression when 
asked to divert attention from negative stimuli. This suggests that healthy and depressed individ-
uals require cognitive effort to accomplish emotional switching in opposite directions. Further, 
in a bottom-up process, amygdala reactivity to negative stimuli in individuals with depression 
is more intense and lasts longer than that seen in healthy individuals. Figure 6.3 summarizes the 
cognitive model from a cortical perspective.

negative cognitive triad: the 
concept that an individual with 
depression has a negative pattern 
of thinking regarding the self, the 
world, and the prospects for the 
future

FIGURE 6.3 Summary of an Integrated Cognitive Neurobiological Model of Depression
The brain regions in this flowchart are divided into two groups. The first group is associated with top-down influences through cognitive 
control (shown by green boxes), and the second is associated with bottom-up limbic influences (shown by blue boxes).

Source: Disner et al. (2011).
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